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Background: Intrauterine exposure to a diabetic pregnancy is associated with fetal myocardial hypertrophy and altered diastolic function. The 
natural history of ventricular size and function in infants of diabetic mothers (IDM) beyond the neonatal period is poorly understood. This pilot study 
examines differences in ventricular size and function in IDM compared to healthy infants.
Methods: IDM were prospectively enrolled through maternal recruitment in pregnancy with echocardiograms performed in early (<3 months, n=21) 
and late infancy (8 to 12 months, n=11). Echocardiography with m mode, Doppler interrogation of ventricular inflows and annular tissue Doppler 
imaging (TDI) was performed to assess ventricular size and function. Myocardial deformation was assessed using velocity vector imaging for strain 
and strain rate. Findings were compared to prospectively recruited infants of non-diabetic mothers (early, n=25, and late, n=11).
Results: In early infancy IDM had increased intra-ventricular septum thickness (IVS) (P<0.01) and left ventricular posterior wall thickness (LVPW) 
(P<0.05) at end-diastole. LV and left atrial chamber size were no different. There was no difference in systolic function parameters (fractional 
shortening, TDI S’), diastolic function parameters (mitral inflow Doppler E and A waves, E/A ratio, TDI velocities or E/E’), myocardial performance 
index or myocardial deformation parameters (circumferential and longitudinal strain and strain rate). At late infancy, IDM LVPW remained increased 
(P<0.01), whilst IVS was not significantly different to late controls. There was no difference in systolic or diastolic parameters, MPI or myocardial 
deformation. Longitudinal comparison of IDM demonstrated a significant decrease in IVS (P<0.05) and LVPW z scores (P<0.05).
Conclusion: LV hypertrophy seen in early infancy in IDM does not fully resolve by late infancy affecting the LVPW more than the IVS. The 
hypertrophy does not appear to significantly alter myocardial systolic and diastolic function. Longitudinal evaluation is important to determine the 
natural progression of the hypertrophy beyond infancy and its influence on longer term cardiovascular health.
